These results suggest that hCG stimulation involved the blockade of a potassium current and the activation of a chloride current through an increase of intracellular calcium.
Introduction.
A number of biochemical studies have contributed to elucidate the intracellular mechanisms involved in the stimulus-secretory coupling of Leydig and Sertoli cells by gonadotropins . Luteinizing hormone (LH) and human chorionic gonadotropin (hCG) act directly on Leydig cells, while follicle-stimulating hormone (FSH) acts directly on Sertoli cells. There is general agreement that these three gonadotropins bind to membrane receptors and increase adenyl cyclase activities in their respective targets.
In many secretory cells electrophysiology has yielded results on ion transport across the membrane of the cells and showed that changes in membrane properties are involved in hormone stimulation (see reviews : Petersen, 1980 ; Poisner and Trifar6, 1985 ; Ozawa and Sand, 1986 Ovine FSH induced Sertoli cell hyperpolarization and it was dose-dependent. An increase in the FSH concentration from 0 to 5.9 pg/ml allowed the membrane potential to rise from -21.6 + 0.3 mV (n = 300) to -37.0 ± 0.2 mV (n = 310) . This increase occurred with rats of all ages (from 7 to 37 days old) and was never reversed by the removal of FSH, either by cell incubation for 24 to 72 h in a hormone-free medium ( fig. 1 ) (Petersen, 1980 ; Loewenstein, 1981 ; Poisner and Trifar6, 1985) so we measured the membrane potential of cells exposed to different uncoupling treatments (Loewenstein, 1981 (Loewenstein, 1981 (Loewenstein, 1981 ; Hertzberg, Lawrence and Gilula, 1981 ; Spray and Bennett, 1985 (Joffre et al., 1984a) . The membrane potential of unstimulated cells (-25 .1 ± 0.6 mV) is mainly dependent on external potassium, only slightly dependent on external sodium and not directly dependent on external calcium. The cell membrane is permeable to chloride ions which are passively distributed according to membrane potential. This potential is chiefly determined by calcium-activated potassium permeability and only slightly by Na/K pump activity (Joffre et al., 1984b) .
When Leydig cells were incubated in medium containing hCG (300 mIU/ml), the membrane potential was decreased. This depolarization occurred after 2-min exposure to hCG (150 mIU/ml). The effect was mimicked by dBcAM P. It was not abolished by verapamil, a calcium channel blocker, suggesting that this decrease was not related to calcium influx but to blockade of calcium-activated potassium permeability (Joffre et al., 1984b (Duchatelle and Joffre, 1987) . A chloride channel was observed in the outside-out patch configuration ( fig. 4 ; 
